explained to the patient about the nature of illness. He was discharged in the next day and resumed his job.
Discussion
Familial periodic paralyses are caused by functional disturbances of membrane ion channel proteins called channelopathies 4, 5 . The channelopathies are a group 
Fig. 2(b). E.C.G. tracing coming to normal limit in the next day
of disorders caused by mutations in genes encoding ion channels and can affect any tissue, but the majority affect skeletal muscle or the central nervous system 6 .
Channels are macromolecular protein complexes situated in the cell membrane and form pores within their structures. Through these pores, ions flow across the cell membrane and depolarize or hyperpolarize the cell. Channels can be classified into 3 types: nongated, directly gated and second messenger gated channels. Among the important directly gated channels are voltage gated and ligand gated channels.
Voltage gated channels include sodium, calcium, potassium and chloride channels; and ligand gated channels include acetylcholine, glutamate, glycine gated channels. The following inherited channelopathies are usually described. (1) In hyperkalaemic periodic paralysis, mutant skeletal muscle sodium channels fail to close completely after an action potential. This evokes paralysis caused by hyperpolarisation and inexcitability. In hypokalaemic periodic paralysis, mutation affects the closing of skeletal muscle calcium channels, inducing depolarization block causing transient paresis or paralysis 5, 9 .
Serum potassium is normally maintained within a narrow range through an exquisite balance between cellular K+ efflux and influx, and between the intake and output of potassium from the body. Ultimately such balances are determined by cell membrane molecules which effect K+ transfer from one milieu to another. Familial hypokalaemic periodic paralysis is associated with mutations of the dihydropyridine receptor gene encoding the L-type Ca+2 channels, but how such mutations result in episodic hypokalaemia and paralysis remains a mystery 10, 11 . So, still the difficulty remains how to explain the cause of hypokalaemia which is almost always preceding the attack of periodic paralysis of this type 11 .
Thyrotoxicosis should be ruled out as a cause of periodic paralysis. Thyrotoxic periodic paralysis usually occurs in Asian populations with an incidence of about 1.9% in thyrotoxic patients. The diagnosis often can be made on the basis of the clinical manifestations alone. Sometimes, periodic paralysis precedes hyperthyroidism or occurs in silent hyperthyroidism 12, 13 . In Japan, more than 60% of hypokalemic periodic paralysis is thyrotoxic instead of familial type 9 . Periodic paralysis is usually provoked by high carbohydrate meal or sodium containing diets or may occur during rest after prolonged exercise. The attacks are episodic and last for 2 -12 hours and frequency of attacks may be daily to yearly. Low serum potassium during attack establishes the diagnosis. Muscle biopsy shows single or multiple centrally placed vacuoles and E.C.G. traces flattening of the T waves and ST depression with u waves; muscle biopsy was not done in the presented case 2 . Initially parenteral and latter on oral potassium was given. Administration of potassium in dextrose acqua or dextrose normal saline is avoided as it may further lower the potassium level and manitol is preferred vehicle for intravenous potassium. Long term attacks may be prevented by avoiding carbohydrate, sodium and intense exercise and prophylactic administration of acetazolamide, triamterone or spironolactone 2 . Understanding the pathophysiology of the potassium sensitive periodic paralysis ought to reduce genetic complexity and increase the likelihood of observing true clinical effects. Ideally, therapy for the familial periodic paralysis will prevents attacks, avoid permanent weakness and improve quality of life. Moreover, understanding the skeletal muscle channelopathies will hopefully lead to insights into the more common central nervous system channel diseases such as migraine and epilepsy 14 .
Conclusion
Periodic paralysis should be considered as a medical emergency because severe hypokalaemia not only cause muscle weakness or paralysis but also may cause fatal cardiac arrhythmia leading to death. Understanding of channelopathies is advancing rapidly. Studies of human inherited channelopathies have clarified the functions of many ion channels. The complex picture of the genetic and molecular structures of channels requires frequent updates.
